Introduction
Prior exposure to acute and chronic stressors potentiates the neuroinflammatory and microglial pro-inflammatory response to subsequent immunologic challenges (de Pablos et al., 2006; Espinosa-Oliva et al., 2011; Frank et al., 2007; Johnson et al., 2003 Johnson et al., , 2004 Munhoz et al., 2006; Wohleb et al., 2011) , suggesting that stressors sensitize or prime microglia, which are considered a key substrate of this stress-induced phenomenon (Frank et al., 2015b) . Microglia are highly labile and can fluidly shift across a spectrum of activation states (Colonna and Butovsky, 2017) . Of these states, the immunophenotype and function of a primed microglial state have been characterized in a number of normal and pathological conditions (Perry et al., 2007) . In general, a hallmark of primed microglia is the lack of an overt proinflammatory profile despite a shift in immunophenotype. However, upon exposure to a pro-inflammatory stimulus, primed microglia exhibit an exaggerated pro-inflammatory response (Perry et al., 2007) suggesting that inhibitory control over microglia has been attenuated.
In the CNS microenvironment, microglia are held in a surveillant or quiescent state of activation through several inhibitory signaling dyads (Hoarau et al., 2011; Ransohoff and Cardona, 2010) . Of these, the CD200:CD200R dyad is particularly noteworthy because disruption of CD200:CD200R signaling potentiates the pro-inflammatory response of microglia to immune stimuli (Costello et al., 2011; Denieffe et al., 2013) as well as exacerbates disease severity and progression in neuroinflammatory disease models (Hoek et al., 2000; Meuth et al., 2008; Wright et al., 
